(Westergren), haemoglobin 105%, and white blood count 4,600/c.mm. with a normal differential. A chest radiograph showed the presence of bilateral oleothoraces with a faint reticular shadow over both lower zones. A drill biopsy of the liver was done; liver function tests were normal. No satisfactory explanation for the splenic enlargement was found, and on the assumption that her symptoms might be due to a reactivation of tuberculous infection she was given chemotherapy. The patient herself stopped treatment after four months. She then complained of 1Present address: Department of Neurology, Middlesex Hospital, London, W.i 2Present address: Department of Pathology, Southampton General Hospital, Southampton getting tired easily but of no other specific symptoms. On physical examination at this time not only was the splenic enlargement still present, but a palpable lymph node above the right clavicle was detected and a biopsy was taken. An attempt was made to remove the oil as completely as possible from both pleural cavities.
She remained reasonably well until February 1959, when she complained of listlessness and for the first time experienced breathlessness. She had lost about 6 lb. (2'7 kg.) in weight. The dyspnoea slowly got worse. In 1961 respiratory function studies showed that the vital capacity was reduced to about one-third of the expected value: pulmonary fibrosis and pleural thickening were thought to be the cause of this. Partially reversible airways obstruction was present. Breathing was fast and shallow, the efficiency of gas exchange was severely impaired (fractional carbon monoxide uptake 22%, arterial blood oxygen saturation 92-6% at rest, falling to 90-1 % on exercise), and the patient was breathless on slight effort.
Her dyspnoea varied but continued slowly to progress until early in 1964, when she was admitted on account of right heart failure of subacute onset. A new physical finding on ophthalmoscopy was that of many small yellow spots over both fundi. She made a good recovery from the heart failure, but while convalescent developed a chest infection and died.
BIOPSIES Biopsy of the liver showed that fine vacuoles were present in many liver cells with focal coalescence of vacuoles, presumably fat-containing, in all parts of the specimen.
The microscopic appearance of a lymph node suggested a foreign body reaction to an extraneous oily substance. Large cyst-like spaces containing sudanophil material in frozen sections were surrounded by foreign body giant cells and dense fibrous tissue. Small foci of lymphocytes, representing the remnant of normal lymph node, were present. NECROPSY Examination showed a wasted young woman with marked oedema of the legs. There was no cluibbing. (Fig. 3) . The cavities and macrophages contained sudanophilic material as in the lungs. No germinal centres were seen.
In the liver large oil globules were present in the portal tracts with macrophages and excess fibrous tissue. The lesions in the spleen were mainly in the red pulp. They contained occasional giant cells and lipid globules. The kidneys showed widespread diffuse thickening of the parietal basement membrane of Bowman's capsule in many glomeruli with lobular or rarely complete hyalinization of scattered glomeruli (Fig. 4) . These lobular hyaline masses stained orange and purple with phosphotungstic acid-haematoxylin, were yellow-brown by the van Gieson technique, and weak pink or unstained with the periodic acid-Schiff method. Many interstitial oil droplets were seen and there were occasional fat globules in glomerular capillaries and in tubular epithelial cells. The interstitial lesions were mainly in the cortex. The interstitial tissues of both atria and ventricles contained many oil-filled spaces surrounded by macrophages; less frequent were smaller lesions consisting of groups of macrophages arranged about a hyaline, eosinophilic centre resembling Aschoff nodes (Fig. 5) Toussaint (1949) reported three patients with paraffinomas after oleothorax, two of whom developed oesophageal obstruction after seven and 18 years. Another report is that of Moritz and Busanny-Caspari (1951) . Of three cases described by Ballantyne, Clagett, and McDonald (1952) one became dysphagic four and a half years after treatment and a second had had an oleothorax 17 years before granulomatous involvement of the brachial plexus. The third suffered leakage of oil through the chest wall and developed an inflammatory mass in the breast six years after the introduction of paraffin into the pleural sac. Migration of oil is a well-recognized complication and may occur around the site of injection, with granuloma formation (Matson, 1932) , or through other parts of the chest wall or the mediastinum, resulting in subclavicular or pectoral masses and involvement of the pericardium and the contralateral pleural sac (Livieratos, 1936) . Bronchopleural and pleurocutaneous fistulae occurred in the cases of McBurney, Jamplis, and Hedberg (1955) two to eight years after oleothorax ; passage of oil into the lungs resulted in pneumonic changes, both acute and chronic, as described by Matson (1932) . Prolonged exposure of the pleura to mineral oil, as in oleothorax, leads to fibrous thickening (Herbut and Charr, 1944) like that seen in the present case.
Widespread dissemination of-inert mineral oil in one patient has not previously been reported, although most organs, with the notable exceptions of the heart and kidney, may be involved in certain circumstances: the renal lesions described in a case of lipoid pneumonia by Young, Applebaum, and Wasserman (1939) appear to be of an arteritic nature. Rabbits fed with paraffin-impregnated food for more than seven months were found to have white nodules 1 mm. in diameter in the jejunum, mesenteric lymph nodes, and liver, and rats showed similar involvement of the lymph nodes and had yellow flecks in the liver 'distributed according to the location of the portal tracts' (Stryker, 1941 (Gould, 1960) and their distribution could not account for the spread of oil which had produced lesions through the full thickness of the muscle. In animals embolic hyaline lobular glomerular lesions may occur in anaphylaxis (Walter, Frank, and Irwin, 1961) and after intraarterial injection of autolysed smooth muscle (Muirhead, Booth, and Montgomery, 1957 (Sevitt, 1962) . The absence of clinical cerebral manifestations is perhaps surprising, but may be related to the size and number of the emboli. The mode of spread of the oil in the present case appears to have been twofold: such organs as the heart, kidneys, ovary, thyroid, and skeletal muscle probably received oil droplets via their blood vessels, whereas involvement of the lung and lymph nodes could be explained by lymphatic permeation. Paraffin oil may first have escaped from the oleothorax through pleural lymphatics and subsequently entered the blood-stream via the thorax duct. Some visceral lesions may have been caused by absorption from the intestine of expectorated mineral oil, and spread within the lungs may have been partly through the bronchial tree.
Liquid paraffin produces a minimal inflammatory response, exciting mainly a histiocytic reaction and mild fibrosis (Lenormant and Ravaut, 1926 
